from the Bacteriological Laboratories of the Ottawa Civic Hospital, Ottawa, Canada.
Colony types T1, T2, T3, and T4 were isolated and maintained by daily passage on GC agar medium (BBL) containing 0-001 per cent. Fe(NO,), final concentration, 2 per cent defined supplement, and 1-5 per cent. Oxoid Agar as recommended by Kellogg and others (1963) .
(B) Challenge
Cultures of N. gonorrhoeae grown on GC agar plates for 16 hrs were suspended in Dulbecco phosphate buffer pH 7-2. The inoculum was adjusted to an optical density of 0.5 using a Bausch and Lomb Spectronic 20 at 540 nm.
(equivalent to 109 colony-forming units per ml.). Mice were anesthetized and injected intracerebrally with 0.03 ml. of bacterial suspension at different challenge dilutions. LD50 values were calculated according to Reed and Muench (1938 (Perry, Daoust, Diena, Ashton, and Wallace, 1974 Table I show the pathogenic effects of living and heat-killed N. gonorrhoeae strain 188 when injected intracerebrally into mice. It appears from these data that, at the 1: 5 dose level, Ti gonococci are more pathogenic for mice than the other types in comparison with the heatkilled challenge (P < 0-01). Subsequent titrations yielded essentially similar results.
Living gonococci were recovered up to the fifth day from the brain of mice, after intracerebral infection with N. gonorrhoeae T1. Organisms recovered 5 days after infection yielded essentially pure culture of Ti colonies, whereas T3 were present in earlier recoveries. Similarly, T1 colonies wereobtained up to the fifth day from liver, kidney, and spleen (Table II) . Electron microscopy studies of experimentallyinfected mouse brain, sampled 4 days after intracerebral challenge with Ti gonococci will be fully described elsewhere (Ota, Diena, and Ashton, in preparation). Briefly, scattered intracellular bacteria were noted regularly. These seemed to be morphologically intact with complete cell walls, cytoplasmic membranes, and other intracytoplasmic structures. The microscopical examination also suggested that the infection by the gonococci was not localized but rather diffuse in the brain.
These data suggest that N. gonorrhoeae cells multiply in vivo after challenge of HPB black mice and succeed in producing an infection which may become generalized. Mice die from the combined effect of the bacterial mutiplication and the toxic effect of the released endotoxin.
Results to be published elsewhere (Diena, Ashton, and Wallace, unpublished observations) indicate that a strain of C57 mice deficient in the complement factor C'5* is resistant to this N. gonorrhoeae challenge. On the other hand, the same strain of C57 mice, but with full expression of the complementt, is susceptible to gonococcal infection suggesting the role of C'5 released anaphylatoxin in producing a local damage (Gewurz, 1971) 
